conforming to the consensus (K/R)φφXXXXXP (where
φ is aliphatic, and X is any residue) that bind Mad2 in radius of the complex) demonstrates that Cdc20 Figure S1 ) [ Table S1 and Supplemental Figure S5 ). R133 and Q134 are invariant in all Mad2 the SAC ( Figure 4B ). 28-30 hr after transfection, half of the culture was incubated with nocodazole to actiorthologs [7] , indicating that the binding function they mediate is conserved in evolution. Mad2
⌬C and vate the SAC. 18 hr later, the cells were harvested and absence of stimulatory kinetochore function, the rate of formation of the MCC complex is insufficient to avoid is also required to form Mad2/Cdc20. Indeed, the interaction of O-Mad2 with C-Mad2 is essential to maintain anaphase prior to completion of kinetochore attachment. In this model, kinetochores accelerate the formathe checkpoint (Figures 5 and 6) . The structural conversion of O-Mad2 into C-Mad2 bound to Cdc20 involves tion of the MCC, whereas its rate of disassembly remains relatively fast to allow rapid anaphase onset upon comrelatively large activation energies [ 
